Dissecting thoracic aortic aneurysm perforating the oesophagus and masquerading as peptic ulcer disease' C A Axiotis MD Department ofPathology Yale University School of Medicine New Haven, Connecticut 06510, USA This report describes the clinical and pathological progression of a DeBakey Type III thoracic aortic aneurysm eroding into the oesophagus and culminating in massive haematemesis in a middleaged hypertensive patient without previous oesophagogastrointestinal or hepatobiliary disease. The history and clinical findings in such patients can be distinctive enough to suggest aorto-oesophageal communication secondary to aortic dissection. Prompt diagnostic verification by emergency fibreoptic endoscopy and aortography and immediate operative intervention may improve the presently dismal prognosis.
Case report A 52-year-old white man presented to the Yale-New Haven Hospital emergency room with haematemesis in January 1981. Three weeks previously he had complained of intermittent midback pain; 10 days before admission he had a brief dizzy spell, and during the preceding few days he noticed darkened stools. A few hours before admission, after dining, the patient experienced lower back pain to the right of the midline. Subsequently, he developed low substernal and epigastric discomfort, presyncopal symptoms, and vomited approximately 150 cm3 of bright red blood with clots.
Past medical history was remarkable for 4 years of severe hypertension treated with a-methyldopa and thiazide diuretics. In 1974 he was admitted to another hospital to exclude myocardial infarct. Cardiovascular evaluation was negative. An upper gastrointestinal series was within normal limits. He was discharged with the diagnosis of an 'oesophageal problem'. Family history was strongly positive for myocardial infarction and cerebrovascular disease.
In the emergency room the patient sustained several episodes of haematemesis with blood clots. Physical examination revealed a pulse of 100, a blood pressure of 170/80 mmHg with no postural changes, arteriolar narrowing in the optic fundi, a fourth heart sound, normal pulses without bruits, and normal bowel sounds. An electrocardiogram showed a normal sinus rhythm and axis with slight ST depressions in leads V4-V6. Portable radio-'Accepted 9 August 1984 graphs of the chlest were within normal limits. The haematocrit was 32.3%. The white cell count was 11 900 with a slight shift to the left. Coagulation factors and platelet count were normal. Stools were negative for occult blood. The clinical impression was an upper gastrointestinal haemorrhage secondary to either gastric or duodenal ulcer. The patient was treated with gastric lavage, antacids, cimetidine, and transfused with packed red blood cells in preparation for elective endoscopy. Subsequently his bleeding ceased and nasogastric returns had cleared, when he suddenly developed massive haematemesis. Emergency laparotomy and thoracotomy revealed a dissecting aortic aneurysm with haemorrhage into the oesophagus. The patient died on the operating table 1 hour and 20 minutes after admission.
Post-mortem examination confirmed a dissecting aortic aneurysm perforating into the oesophagus. The aorta showed a 7 cm aneurysmal dilatation from the origin of the left subclavian artery to the level of the bronchial carina. This portion of aorta was enveloped by haematoma which extended well into the surrounding mediastinal soft tissues. The dissecting false channel re-entered the aorta at the level of the carina. The oesophagus showed a 2.5 x 2.5 cm anterior perforation communicating with the dissecting aortic channel at the carinal re-entry point; the dilated lumen of the aorto-oesophageal fistula contained tightly packed haematoma and laminated thrombus which extruded from the site of oesophageal perforation. The remaining dissecting channel showed complete re-endothelialization and continued parallel to the true aortic lumen, forming a 'double barrel' aorta from the bronchial carina to the iliac bifurcation ( Figure 1) .
Microscopic examination of the site of erosion into the oesophagus showed the progression of chronic and subacute i5-flammation and thrombosis with recent haemorrhage. Haematoma and organized thrombus in the aortic lumen were continuous with an active, well vascularized granulation tissue which disrupted the intervening aortic wall, extended through the mediastinal soft tissues, and eroded through the oesophageal mucosa. Prominent haemosiderosis suggested chronic recurrent haem6rrhage.
Discussion
De novo dissecting thoracic aortic aneurysm with aorto-oesophageal fistula and subsequent oesophageal rupture is exceptional. Roth & Parekh (1978) The patient now reported presented with low back pain, post-prandial substernal and epigastric discomfort, and haematemesis, initially thought to be sequelae of peptic ulcer disease. Post-mortem revealed a dissecting thoracoabdominal aortic aneurysm of chronic duration. The initial dissection may have begun in 1974 when the patient complained of chest pain without subsequent laboratory documentation of myocardial infarction. Erosion backwards through the oesophagus was a more recent event, judging by the haemorrhage and the active granulation tissue. The rupture into the oesophagus was not an acute event, but rather an active, slowly erosive process that finally penetrated the oesophagus.
Bleeding in aortoenteric rupture need not be abruptly exsanguinating. Schramek et al. (1971) and Sinar et al. (1977) report that haemorrhage may be slow or even intermittent over weeks to months. This patient presented with symptomatology and signs compatible with aortic rupture into the oesophagus at least 4 weeks prior to his final episode. His temporary survival of the aorto-oesophageal fistula was due to the insidious nature of the erosion as well as the presence of old, organized, laminated thrombus within the fistula, causing a tamponade effect and consequent closure of the intercommunication. The presence of dark stools several days before his final episode as well as the absence of melaena or haematochezia during presentation attests to the intermittent nature of the erosion and the sudden nature of the final exsanguinating breakthrough. The spectacular preterminal massive haematemesis masked the underlying longstanding aortic symptomatology.
The constellation of chest and back pain, presyncope, haematemesis, and a history of longstanding hypertension in a patient without cirrhosis or peptic ulcer disease should alert the clinician to the strong possibility of thoracic aortic dissection into the oesophagus. Emergency fibreoptic endoscopy and aortography can quickly provide the definitive diagnosis and lead to early operative intervention and surgical repair.
